The quantity and quality of HIV-1 gene expression is temporally controlled by a cascade of sequential regulatory interactions.
. Although it is tempting to speculate that NFAT-1 may also play a role in activation of HIV-1 gene expression, little evidence supporting the functional importance of NFAT-1 currently exists(7). Similarly, the importance of a binding sitefor the inducible transcription factor AP-1, located toward the 5' end of the LTR U3 region, remains to be established (7). (Fig. 4) . Accumulation of short TAR-specific RNAs in the absence of Tat is now thought to result from the resistance of these structured RNAs to the action of a 3' exonuclease that is believed to degrade the heterogeneous, prematurely terminated RNA species that are transcribed from the basal HIV-l LTR promoter (19, 30).
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The resultsdiscussed previously suggest that transcription complexes initiating in the HIV-1 LTR are only poorly able to elongate through adjacent DNA templates. This lack of processivity is rectified by interaction of the Tat protein with the nascent TAR element, and potentially with the transcription complex itself (Fig. 4) . Neither the reason for the high incidence of premature termination nor the mechanism by which rescue of these transcription complexes occurs is currently understood.
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The FASEB Journal CULLEN teraction with a component of a cellular RNA transport pathway (33, 34). In contrast, in the absence of Rev, viral mRNAs are eventually fully spliced before their transport to the cytoplasm (Fig. 6 ). (Fig. 1, Fig.  7 
